cytes, activated T lymphocytes, and capillary endothelium.48 Recently, inappropriate HLA-DR expression was noticed in thyrocytes and epithelial or endothelial cells of affected tissues in inflammatory and autoimmune states.>16
In the present report we show that minor salivary gland tissues from patients with Sjogren's syndrome inappropriately express HLA-DR antigens; a finding which suggests that the altered glandular tissue in Sj6gren's syndrome may have a role in the pathogenesis of the disease.
Patients and methods

PATI ENTS
Sixteen minor labial salivary gland biopsy specimens were obtained from seven patients with primary Sjogren's syndrome (pSS), three patients with rheumatoid arthritis (RA) and clinical and histological evidence of SS,' ' Lab., Burlingame, Ca) 1:200 was added. The slides were incubated in the moist chamber at room temperature for another hour. After washing in TRIS buffered saline avidin-biotin-peroxidase complex (Vector Lab.) 1:100 was applied for 45 min. The slides were then washed in TRIS buffered saline, allowed to react with the substrate of diaminobenzidine 8%, Ni2SO4 3%, H202 solution, counterstained with methyl green, dehydrated, cleared, mounted, and a coverslip added as in routine processing.
DATA COLLECTION
The minor salivary gland frozen sections were read in a blind fashion and scored independently by two observers, using 40x magnification. The number of cells labelled with each monoclonal antibody was counted for at least 10 different fields and averaged. Special attention was paid to the staining by the different antibodies of the glandular tissue (acini and ducts). Cells were considered positive if they showed a dense, dark black-bluish ring on the cellular membrane. After the cells were counted the results from the two observers were averaged. The variability between the two observers was less than 5%. The mean ratios of T cells to B cells, T cell subsets (Leu-3a to Leu-2a, Leu-3a to , T (Table 2 ). The other five biopsy specimens showed normal salivary tissues with scattered lymphocytes.
In the biopsy specimens from SS patients with and without RA and SLE the predominant cells (55-75%) among either the focal or diffuse infiltrates were cells bearing the pan T lymphocyte marker (Leu-4+). Approximately 20-35% of the infiltrating lymphocytes displayed the B cell marker (Leu-14+). The majority of T lymphocytes expressed the T helper/inducer phenotype (Leu-3a+/ Leu-8+). The ratio of Leu-3a+/Leu-2a+ varied from case to case, ranging from 5/1 to 10/1. Among T helper/inducer cells 30-60% also expressed a T inducer phenotype (Leu-8a+). Only a few OKM1+ cells were observed and NK cells (Leu-7+) were rarely detected (Table 3) .
Specimens from normal individuals or patients with RA without SS contained scattered lymphocytes which expressed the pan T marker, with a ratio Whether this is the result or the triggering factor of the inflammatory process is not clear at present. Activated T lymphocytes are present in abundance in the salivary gland lesion of SS. These cells are probably able to produce y-interferon, which has been shown to augment HLA-DR antigen expression.6 Therefore, one might conclude that this HLA-DR expression is the result of the T mediated inflammatory process in SS patients. Alternatively, one can speculate that the absence of macrophages observed in these patients converts epithelial cells into antigen presenting cells, thus inappropriately expressing class II molecules on their surface. This inappropriate HLA-DR expression attracts immunocytes, which in turn, through y-interferon, augment the HLA-DR expression and thus a vicious circle operates leading to autoimmunity.
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